leukoplakia or leukokeratosis; nail dystrophy with pterygium formation; and complete loss of toenails. Our patient had all these features and illustrates three of the main problems associated with the condition, namely the very prolonged course of the disease (35 years so far), the lack of response of the pedal erosions to conservative measures, and the difficulty of obtaining diagnostic histology.
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The first reported case was in 19212. Since then there have been another 30 -the majority being middle aged women who had suffered the condition for over 10 years. Prompt effective treatment is obviously necessary, not only to avoid years of pain and disability but also because of the risk of squamous cell carcinoma developing in the chronically inflamed areas3'4. It is generally agreed that conservative treatment is unhelpful for all but the smallest erosions.
A review of the literature revealed reports of 9 patients having been treated by excision and splitskin grafting' 5'7. In 7 of these patients there had been no recurrence during follow-up periods of between 18 months and 26 years. One of the remaining patients required regrafting immediately, whilst the last patient's initial graft lasted for 11 years. Both regrafted areas have now remained intact for4 and 8 years respectively. Our patient's graft took very well and 9 months later she was fully mobile with no signs of recurrence. It would appear that-at present excision and split-skin grafting provides the only realistic method for producing rapid healing without early recurrence, and should be performed as early as possible in the course of the disease to avoid unnecessary suffering and disability.
Our patient also demonstrated the very distinctive clinical sign of secondary webbing of the toes of the left foot. This mitt type of deformity has only been described once before in a patient with ulcerative lichen planus7 and, as in our case, surgical reconstruction of the toes was not performed as the deformity does not cause significant functional problems and the patient was unwilling to undergo surgery. The pathogenesis is one of chronic inflammation with subsequent scarring and is more typically found in patients with dystrophic epidermolysis bullosa. Although various-primary bullous diseases have been reported as occurring in conjunction with SLE, it is only recently that a vesiculobullous eruption has been recognized as a manifestation ofthis disease1 -5. We describe such a case together with evidence for the deposition of a common anti-DNA antibody idiotype on the tissue-bound immunoglobulins at the dermo-epidermal junction (DEJ).
Case report A 42-year-old Caucasian male first presented in 1972 with joint pains and a vesicular irritant rash on the chest, arms and face which was not obviously exacerbated by sunlight. Initially a diagnosis of dermatitis herpetiformis was made and there was a partial response to treatment with oral steroids and dapsone, although he was unable to tolerate high doses of the latter. Over the previous two winters he had also suffered from persistently cold and painful fingers which necessitated him giving up work as a motor mechanic.
Examination revealed annular erythematous lesions and vesicles most marked on the forearms, the backs of the hands and the chest.-Scars were present at the sites of previous lesions. There were also erythematous scars and telangiectases on his back, telangiectases on his face and changes in his fingers consistent with 'chilblain lupus erythematosus'. There were no features of rheumatoid arthritis.
Routine investigations
Normal or negative investigations included: full blood count, routine biochemistry, renal function, porphyrins, protein electrophoresis, cryoglobulins, immune complexes, rheumatoid factor, jejunal biopsy and barium swallow. X-rays showed no evidence of rheumatoid erosions. The ESR was 50mm in one hour, IgG 23.18 mg/ml (normal range 8-16), IgA 8.33 mg/ml (1.4-4), IgM 0.44 mg/ml (0.5-2) and C3 0.48 g/l (0.84-1.65). Autoantibody screen showed a positive antinuclear antibody 1:80 (on rat liver substance), the presence of anti-DNA antibodies (1:160 in a haemagglutination assay, normal less than 1:80), anti-SSB (La) 1:8 and antiribosomal antibodies (1:2560).
Respiratory function tests revealed a mild obstructive defect which was partially reversible with salbutamol. There was significantly reduced gas transfer (carbon monoxide gastransfer 36% of predicted) indicating parenchymal lung disease.
Histopathology of a biopsy from lesional skin revealed subepidermal bullae containing infiam-0141-0768/86/ 060365-03/$02.00/0
The Royal Society of Medicine matory cells, mainly polymorphs. There was no evidence of vasculitis or significant basal layer damage. Direct immunofluorescence (IMF) of involved and uninvolved skin was positive with linear IgG, IgM, IgA and C3 at the DEJ and fibrillar fluorescence in the dermal papillae. Indirect IMF was negative.
Special investigations
Production of anti-idiotypic anti-DNA antibodies: Peripheral blood mononuclear cells from patients with SLE were fused with the human lymphoblastoid cell line GM 4672 and monoclonal IgM anti-DNA antibodies were produced by hybridoma technology6. These antibodies were selected for their ability to bind single-stranded (ss) DNA but were also found to bind other polynucleotides and/or cardiolipin. Four human monoclonal anti-DNA antibodies designated 16/6, 32/15, 134 and 103.1 were used in this study for the preparation of polyclonal anti-idiotypic antibodies. Four polyclonal anti-idiotypic antibodies, anti 16/6-R, anti 32/15-R, anti 134-R and anti 103.1-R were prepared by immunization of rabbits as previously described7. The rabbit antisera were rendered idiotypic-specific by extensive absorption on a human IgG/IgM sepharose column.
Direction of idiotypes in skin biopsies: The method used has been described in detail elsewhere8.
Briefly, 5 gm sections were washed for 5 minutes in phosphate buffered saline (PBS), then air dried and incubated with one of the rabbit anti-idiotypic anti-DNA antibodies in a moist atmosphere for one hour at 37°C. Anti 16/6-R, anti 134/R and anti 32/15-R were used at a dilution of 1:100, anti 103.1 at 1:25. After washing in PBS the sections were incubated with fluorescein conjugated swine anti-rabbit IgG (Dakopatts, Glostrup, Denmark) diluted 1:100 in saline. Following further washing and drying, the sections were mounted in buffered glycerol and examined under a fluorescence microscope. As a control, normal rabbit serum which had been prepared in an identical manner to the rabbit antiidiotypic reagent was incubated with tissue sections.
The results were scored on a semi-quantitative 0 to + + + basis and are shown in Table 1 . Inhibition studies Biopsies from forearm skin were pre-incubated with 2.5 1tg and 25 Ig of ssDNA and double-stranded (ds) DNA for 30 minutes at 3700, then 18 hours at 40C. Anti 32/15-R was then added and the experiment continued as above. Simultaneously a section from the patient's skin biopsy was pre-incubated in an identical manner with PBS alone. The results are shown in Table 2 . 
Discussion
Given his history of arthralgia, a positive ANA and borderline raised DNA binding and cutaneous changes of lupus erythematosus there can be very little doubt that this patient meets the ARA criteria.
The clinical presentation of our patient resembles the previously reported erythematous vesicular rash located primarily on, but not confined to, sunexposed sites and termed vesiculobullous eruption of SLE'. A definite history of sun sensitivity is not always obtained. The histopathology in these patients is described as dermatitis herpetiformis-like and is characterized by subepidermal bullae containing neutrophils, as in our patient, usually associated with papillary microabscesses. In addition, evidence of leukocytoclastic vasculitis has been reported' 2.
Basal layer liquefaction degeneration is not usually a feature2 '4.
A positive linear IgA band on direct IMF is a more common finding in this group of patients than in SLE as a whole: 65% as opposed to 13%'. There is some evidence that the presence ofIgA in skin correlates with disease activity9 and renal disease10 although in our-patient renal function was within normal limits. A renal biopsy was not, however, performed. The presence of other immunoglobulins in addition to IgA is against this patient having concurrent linear IgA disease'1. The IMF also showed a rather granular and diffuse picture extending into the upper dermis suggestive of a positive band test (LBT). On immunoelectronmicroscopy, Tani et al.3 confirmed that the IgA deposits in a patient with vesiculobullous SLE extended deeper into the dermis, beyond the area of the anchoring fibrils, and that the localization of these deposits was identical to that of IgG in a positive LBT. In linear IgA disease the usual finding is of a continuous band hugging the DEJ, and although a linear dermal pattern has been described the deposits only extend down to the level of the anchoring fibrils beneath the basal lamina'2 Acid elution studies of skin biopsies from patients with SLE have shown that the immunoglobulin deposits contain both antinuclear'3 and antibasement membrane antibodies'4. To demonstrate that anti-DNA antibodies make up at least part of the antinuclear antibody component has proved more difficult.
This study complements a detailed analysis comparing anti-DNA antibody idiotypes shared by tissue-bound immunoglobulins noted in the skin biopsies from patients with systemic and discoid lupus erythematosus8. Substantial sharing of the DNA antibody idiotypes 16/6 and 32/15 was found amongst patients with systemic and discoid lupus erythematosus.
An idiotype is a serologically defined marker of the variable region of an antibody. Since idiotype structure is under the control of germ-line genes, the sharing of idiotypes implies a restriction in these genes amongst the population sharing the idiotypes. The patient was demonstrated to have one of the common anti-DNA antibody idiotypes (32/15) already identified amongst monoclonal anti-DNAantibodies7 and serum autoantibodies15 as well as tissue bound autoantibodies8. That his rash manifested itself in a clinically unusual way is noteworthy, given that the DNA antibody idiotype identified has previously been found in patients with typical lupus rashes.
The inhibition of the binding of anti 32/15-R to its homologous idiotype 32/15 by both ssDNA and dsDNA supports the idea that.in this patient the 32/15 idiotype is present on DNA antibody molecules which have been deposited.at the dermoepidermal junction. It should be noted that an idiotype .first identified on an antibody of given isotype and antigenic specificity is not necessarily confined either to that isotype or antigen specificity15.
There appears to be a variable response to therapy in vesiculobullous LE. Good responses to both dapsone and oral steroids have been reported. From the limited reports which are available it appears that the response to oral steroids may be greater if the skin eruption is associated with a flare of the systemic disease. If it is not associated with significant systemic activity, dapsone may be the more successful treatment2. In our patient a combination of dapsone, prednisolone and azathioprine appears to be the most effective.
We conclude that the patient reported here meets the criteria of Camisa and Sharma' for.the diagnosis of vesiculobullous SLE. The idiotype and inhibition studies provide strong circumstantial evidence suggesting that anti-DNA antibodies are deposited at the DEJ in this entity.
Pulmonary embolism complicating murine typhus I Potasman MD H M Bassan MD Department of Medicine B, Haifa Medical Center (Rothschild), Faculty of Medicine, Technion, Haifa, Israel
We report a patient suffering from murine typhus (MT) who developed deep vein thrombophlebitis which was further complicated by acute pulmonary embolism (PE). PE in MT has not previously been reported. The mechanism responsible for this hazardous complication of MT is discussed., Attention should be paid to patients with MT who present with pulmonary symptoms.
Case report A 50-year-old man, peviously in good health, was admitted with, a 10-day history of fever, chills, profuse sweating, diffuse articular pains, myalgia, severe headaches and a dry cough. Two days prior to admission nausea and vomiting had commenced. His family physician had prescribed a combination of ampicillin nd cloxacillin, which was later replaced by co-trimoxazole; neither, regimen had had a favourable response.
On examination the patient was pyrexial (390C) with a. tachycardia of 120/min. The lungs were normal on percussion and auscultation. A 1/6 systolic murmur was detected over the cardiac apex. The edge of the liver was palpable 3cm below-the costal margin. Tenlderness was elicited on squeezing the left calf lWut Homan's sign was negative. The rest of thephysical examination wa normal.
The priary laboratory tests revealed: haemoglobin 13.1 g/dls white .blood count 7600 with a marked shift to the left, SGOT 5 uits, SGPT 62 units. Several blood and sputum cultoures were negative. The serological tests were as follows: 0141-0768/86/ 060367-02/$02.00/0 @ 1986 The Royal Society of Medicine
